NEBOKITUG TARGETS MACROPHAGE-MEDIATED MECHANISMS IN

AASLD PRIMARY SCLEROSING CHOLANGITIS WITH POTENTIAL IMPACT ON

The Liver
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macrophages activity in pre-clinical studies. Here,
we evaluated its effect on macrophage-driven
activity in patients with PSC by assessing changes
In key macrophage related biomarkers that are
known to be clinically meaningful through their
association with clinical outcomes.
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The SPRING study is a randomized, double-blind, o0 Nebokitug treatment led to dose-dependent reductions in serum macrophage- Nebokitug modulates key macrophage-related biomarkers in patients with
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